Any of the immunoglobulins can be elevated in JRA, and our patient had a persistently elevated IgM during most of her illness. Our data show an elevated IgM in many patients allergic to milk (Ratner et al. 1984) . We have demonstrated specific antibodies to beta-lactoglobulin. In many patients allergic to milk, 2 or more of the proteins (i.e. casein, alpha-lactoalbumin, beta-lactoglobulin and bovine serum albumin, among others) are allergenic (Goldman & Heiner 1977) . Since milk is polyantigenic, we use diluted skimmed milk as the screening 'antigen' in the ELISA technique. The demonstration of milk antibodies in both IgG and IgM fractions in our patient would reinforce the diagnosis of milk allergy. Of course, the ultimate test of milk allergyas with any food allergylies in the clinical response to an elimination diet and a subsequent positive challenge.
Milk allergy has many clinical presentations, and in older children and adults is probably not IgE mediated (Deamer et al. 1979 , Lessof et al. 1980 . In our experience RAST, which is based on IgE reactions, has been unreliable in diagnosing milk allergy. IgM antibodies have been shown in infants allergic to milk (Bahna & Heiner 1980) , and although no data are available for adults, the elevated IgM in our patient may be significant with respect to milk allergy. After a prolonged asymptomatic period (18 months) the IgM declined from 400 to 325 and the last determination was 240 mg/dl (within normal limits). The patient did not suffer from any disease, such as liver dysfunction or parasitosis, which would elevate the IgM. High IgM levels have been reported among children suffering from the nephrotic syndrome, another disease of unknown aetiology with associated atopic manifestations (Meadow et al. 1981 , Giangiancomo et al. 1975 ). The work done by Peskett et al. (1981) , showing no difference in IgE levels among patients with JRA as compared to normals, suggests that JRA associated with milk allergy may be mediated by heavier immunoglobulins (IgM, IgG) such as in our case.
In view of the excellent clinical result in this case, we suggest that other cases of JRA which are seronegative, lactase-deficient and have a family history of milk allergy, be given a 3-week trial of a diet completely free of cow's milk protein. (1981) A case is reported with the unusual association of concurrent anorexia nervosa and primary amenorrhoea in association with Turner's syndrome mosaic. The patient possessed no abnormal somatic features despite a relatively high percentage of XO cells.
Case report SC presented with primary amenorrhoea at the age of 19. Turner's syndrome mosaic was diagnosed from a chromatin-positive buccal smear and lymphocyte karyotype analysis showed 40% of the cells to be XO with 60% XX.
Laparoscopy showed a small uterus, small ovaries two-thirds normal size, but with follicles (1972) . Her responses to thyrotropinreleasing hormone (TRH) and luteinizing hormone-releasing hormone (LHRH) were typical, with a normal but delayed thyroid-stimulating hormone (TSH) response to TRH and subnormal luteinizing hormone (LH) and follicle-stimulating hormone (FSH) responses to LHRH (Figure 1) . Gonadotrophin responses two years previously, before she lost weight, were normal with normal responses to LHRH. She has a persistently low plasma oestradiol of 90 pmol/l.
Discussion
Classical Turner's syndrome is associated with short stature, characteristic facies, cubitus valgus, a 'shield' chest with microthelia and neck webbing (Gumbach & Cinto 1977) . This patient had none of these somatic features and the mosaic XO/XX was diagnosed primarily as a consequence of her primary amenorrheoa. It is the proportion of XO to XX cells that determines the extent of the somatic features in Turner's syndrome (Dewhurst & Lucas 1977) , and the absence of any somatic features with 40% XO cells is surprising. Amenorrhoea usually develops when body weight falls to between 75% and 90% of the ideal body weight (Rose & Sacher 1977) . In this case, we presume that the onset of her menarche was delayed further by her loss in weight.
The appearance of a spontaneous period after treatment of her anorexia nervosa was accompanied by recovery of her LH and FSH responses to LHRH, though her TSH response to TRH was still delayed. Unelevated LH levels, despite a low plasma oestradiol level of 90 pmol/l, may be indicative of a continuing hypothalamic abnormality, though low sex hormone binding globulin levels, found in underweight individuals, may mean that her free oestradiol levels are in the normal range.
The presence of normal ovarian follicles and normal menstruation following injections of human chorionic gonadotrophin (HCG) suggests that she is potentially fertile, provided her weight is not allowed to fall. If ovulation is infrequent, pulsatile LHRH or human menopausal gonadotrophin (HMG) and HCG therapy can be tried. The need for exogenous oestrogen therapy will be assessed using information provided by vaginal smears as well as from free oestradiol levels.
Only 9 cases of Turner's syndrome and 2 of XO/XX gonadal dysgenesis have been reported in association with anorexia nervosa (Margo & Hawton 1978) . This uncommon association in girls with Turner's syndrome may be because they remain prepubertal in the large majority of cases. The partial penetrance of the XX cells in the mosaic, allowing the progression to puberty and the development of normal secondary sexual characteristics presumably also then allows the presentation of anorexia nervosa at or just after the time of pubertal development. Alternatively, the association between the two conditions might result from the low self-esteem and anxiety associated with the possession of the somatic defects or, as in this case, with the amenorrhoea and infertility.
